A number of papers'-6 have described serum ACE levels as a valuable biological marker in the diagnosis and management of sarcoidosis. The studies of bronchoalveolar lavage fluid7 8 are fewer and appear to be contradictory. Thus Gupta et al7 found no alteration in alveolar ACE levels during active sarcoidosis, whereas Lanzillo and Fanburg8 showed a significant increase in the level of this enzyme in bronchoalveolar washings. In addition to changes in enzyme levels important alterations in the numbers of mononuclear cells have been demonstrated in active sarcoidosis.5 910 In view of these results it is of particular interest With regard to assessing disease activity, the clinical criteria for judging activity of pulmonary sarcoidosis are not very reliable, and in the absence of other clinical features, it is impossible to assess the activity of the disease simply on the basis of the chest radiograph in order to decide on the appropriate treatment, although a definite worsening of the chest radiograph may be taken as a criterion of activity. The present series of patients reflects these difficulties of interpretation for of the 11 cases of active sarcoidosis three showed no clinical signs. It is notable however that alveolar ACE was found to be abnormally high in all cases of sarcoidosis judged to be active on the basis of high lymphocyte levels in alveolar lavage fluid whereas serum ACE was found to be misleading in two cases. It is possible that alveolar ACE assay gives a better idea of pulmonary activity in sarcoidosis than does serum ACE. The objection that corticosteriod therapy is responsible for hypersecretion could be advanced,5 but among the cases of active sarcoidosis in the present series, alveolar ACE levels were abnormal both for patients under treatment and for untreated patients.
Regarding the prognosis of pulmonary sarcoidosis, although lymphocytosis in alveolar washings may appear to be a criterion of disease activity on a par with clinical signs, this biological finding gives no information about the evolution of the disease, there being no correlation between lymphocyte levels and the intensity of the disease, and furthermore normal levels may be observed temporarily in forms which subsequently relapse. It is possible that bronchial ACE levels, reflecting macrophage activation, may be a better indicator of the likelihood of sarcoidosis to progress or relapse.
Further immunological cell studies, especially into T lymphocyte sub-populations, may distinguish between present activity and the likely outcome of the disease. We consider that this distinction is of therapeutic interest because although active but apparently non-progressive forms appear to respond well to corticosteroids, this treatment is often disappointing in chronic or relapsing disease and there is a temptation to prescribe more immunosuppressive treatment such as azathioprine although the evidence that this treatment improves the prognosis is incomplete.
In conclusion, we believe that assay of alveolar ACE is a complementary biological test which can provide information about the clinical course of sarcoidosis, especially with regard to its pulmonary manifestations. Further assays of this kind, in addition to the study of serum ACE, lymphocyte counts and lymphocyte sub-population counts will probably make it possible to predict the outcome of the disease until such time as its aetiology is discovered. 
